Delay in diagnosis can be serious in amoebic hepatic abscess, which is readily treatable. Two cases are presented to illustrate potential causes of delay. The first case had never been to an endemic area, apparently contracting the infection from his wife. The second case had negative serological tests.
Introduction
Stamm (1975) estimates that there may be about three deaths and about 200 new cases of amoebiasis annually in England and Wales. Amoebiasis is readily treated, and at least some of these deaths, and considerable morbidity, can be attributed to delay in diagnosis. The authors wish to report two cases of amoebic hepatic abscess which illustrate possible causes of delay in diagnosis.
It is frequently assumed that amoebiasis, being a tropical disease, can only be contracted in the tropics. It is thought that the first patient described below contracted the condition in the U.K. The second patient demonstrates that negative serological tests for amoebiasis should not showed decreased uptake at the base of the right lobe, but otherwise was normal. Repeat ultrasound scan 3 weeks after commencement of treatment showed no abnormality (Fig. 2b) 
Discussion
The majority of cases of amoebiasis seen in this country are in patients who have at some time lived in an area where amoebiasis is endemic. The short period of stay in the endemic area required to contract the infection, and the long period before symptoms develop may lead to difficulty in the diagnosis. A small proportion of cases are contracted indigenously, and case no. 1 is presented to emphasize this point. There are a small number of previously reported cases of amoebic hepatic abscess contracted indigenously (Paulley, 1961; Wright, 1966) . There are in addition numerous reported cases of amoebic colitis contracted indigenously (Morton, Neal and Sage, 1951; Morton, Stamm and Seidelin, 1952; Conway and Watt, 1961; Wright, 1966) . As in several previous cases it seems likely that patient no. 1 acquired his infection from a member of his family who had been infected abroad.
In case no. 2, the history of bloody diarrhoea while in Malta, followed by the development of hepatic abscess 15 years later was compatible with a diagnosis of amoebiasis, although the possibility of a pyogenic abscess could not be excluded. The initial titre of 1/32 in the immunofluorescent antibody test was not diagnostic of active amoebic infection, similar levels being found in patients with previous amoebic infections, and in patients with other, nonamoebic disorders (Jeanes, 1969) . However, three out of sixty-one cases of extra-intestinal amoebiasis studied by this test had titres of 1/32 or less (Jeanes, 1969) and the authors would stress that such a low titre should not delay a trial of metronidazole therapy if amoebiasis seems probable clinically. The fact that many cryptogenic pyogenic abscesses are due to anaerobic organisms sensitive to metronidazole further supports its early use. It is also important to note that there are now several reports of the failure of this drug to cure hepatic amoebiasis, even using doses up to 2-1 g/day (Griffin, 1973) . It was for this reason that when persistence of the abscess cavity was noted in case no. 1 the authors advised therapy with emetine and chloroquine in addition to the metronidazole.
In both cases, isotope scanning demonstrated a filling defect in the liver, and ultrasonic scanning was used to confirm that the defect was fluid-filled rather than solid. It has been suggested (Mathews et al., 1973) 
